colostomy but also because of the absence of diverticula in the proximal limb. We hypothesize that the diverticula in this case were caused by a combination of factors-colonic wall degeneration as a result of ageing and processes unique to the distal limb; and small intraluminal bulk causing accelerated elastosis, and possibly also raised intraluminal pressure.
Rapid decompression of the hydrocephalic brain can cause bilateral subdural haemorrhage from rupture of bridging veins1 2. We report a case of massive contralateral extradural haemorrhage after modest reduction of pressure with a shunt.
CASE HISTORY
A 13-year-old boy was investigated by the paediatric neurology department for unexplained episodic screaming and behavioural difficulties at school. He was observed to be withdrawn and to walk with a stooped posture. His height and weight were on the 25th centile and his head circumference was on the 75th centile. An electroencephalogram showed activity consistent with temporal lobe epilepsy and a diagnosis of complex partial seizures was made. Magnetic resonance imaging of his brain at that time showed moderate dilatation of the third and lateral ventricles, a narrow aqueduct and a small fourth ventricle. No focal abnormality was seen and the provisional diagnosis was congenital aqueduct stenosis. There was no evidence of raised intracranial pressure (ICP) so no invasive ICP monitoring was done. He was treated with carbamazepine and after 2 years he was intellectually intact and all seizure activity had ceased. His anticonvulsants were stopped and he was discharged from follow-up.
He was symptom-free for 5 years until he was 20, when he was seen in the neurosurgical department after a grand mal seizure. His Glasgow coma score (GCS) was 12 and an urgent computed tomography (CT) scan of his head showed dilatation of the lateral and third ventricles, suggesting acute hydrocephalus ( Figure 1 deteriorating neurological status and rescanning showed large ventricles. Both episodes were relieved by lowering the valve opening pressure on his shunt. Over the next two months his upper limb function improved and he became self-caring. Neuropsychological tests showed poor verbal fluency, poor visuospatial skills and subnormal visual and verbal recall. At one year outpatient follow-up he is well and has had no further seizures with a pressure setting of 140mm H20. All his anticonvulsant therapy has been stopped. He has normal power in his right side, he regularly cycles and swims and he is able to drive.
COMMENT
Congenital stenosis of the aqueduct of Sylvius may cause chronic mild dilatation of the ventricles without increased CSF pressure. However, sudden decompensation can result in acute obstructive hydrocephalus with symptoms of raised intracranial pressure, requiring decompression by external or internal drainage4.Ventriculostomy may be used in patients with congenital aqueduct stenosis to avoid CSF shunts with their attendant complications5.
What was the cause of the contralateral extradural haemorrhage in this case? During shunt insertion a burr hole is drilled and the dura is opened. The shunt is then passed across the substance of the brain and into the ventricular system. Dural stripping at the site of the burr hole may cause acute ipsilateral extradural haemorrhage and, as noted, rapid decompression of the hydrocephalic brain may cause bilateral subdural haemorrhagesl,2. The development of a fluid level within a pre-existing extradural haematoma has been reported after insertion of a VP shunt for hydrocephalus6. Although in our patient the pressure change with shunting was small, we can only suppose that it was sudden decompression of the dilated ventricles that stripped the dura from the bone of the skull vault and caused the acute extradural haemorrhage.
